Summary. The post-coital discharge of LH was studied in ovariectomized rats primed with steroids and injected with drugs that modify oestrous behaviour. It was found that LH release was absent in receptive rats treated with p-chlorphenylalanine which also exhibited abnormal oestrous behaviour. Rats primed with oestrogen and progesterone and injected with dl-amphetamine showed no release of LH after mating and a decreased lordotic response.
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Mating has been shown to induce an acute release of immunoreactive LH in female rats (Spies & Niswender, 1971; Davidson et al., 1973; Moss & Cooper, 1973) and of LH in ovariectomized rats treated with oestrogen and progesterone (Taleisnik et al., 1966) . Earlier experimental evidence suggests that oestrous behaviour is controlled by cerebral monoaminergic mechanisms. Meyerson (1964) and Meyerson & Lewander (1970) postulated that a serotonergic system inhibits oestrous behaviour; this attractive hypothesis received additional support from the observations of Zemlan et al. (1973) .
The experiments reported here were conducted to explore whether a relation¬ ship exists between the LH release occurring after mating and oestrous behav¬ iour in female rats treated with drugs known to modify monoamine activity in the brain. The drugs tested were /»-chlorphenylalanine, a selective depletor of 5-hydroxytryptamine (Koe & Weissman, 1966) , and amphetamine, a sympathomimetic drug (Axelrod, 1970 Meyerson (1964) and were conducted to obtain one full ejaculatory series (Adler et al., 1970) Text- figure 1 shows that, in Group-1 rats mating resulted in a significant increase of plasma LH at 15 min (P<0-001) and at 30 min (P<0-01) after completion of one ejaculatory series, but was unable to increase plasma LH in Group-2 rats. A similar lack of response to mating was found in the Group-3 rats. When the duration of the ejaculatory series of each pair was checked against the LH levels, no statistically significant differences were found between the rats whose series lasted 30 to 45 min and the 'short series' rats. All results were therefore tabulated on the basis of the blood collection times as indicated above. Text- figure 1 shows that the mean levels of plasma LH in the controls for the amphetamine-treated rats were higher than those found in the controls for the Group-1 rats; variance analysis of these data indicated a significant difference between them (P<0-01). Taleisnik et al. (1966) , using a bioassay for LH, first demonstrated a rise of plasma LH levels after coitus in ovariectomized rats primed with oestrogen and progesterone, beginning about 10 min after the first intromission of the male. The results presented here indicate that this rise in LH levels is of about 30 min duration. Moss & Cooper (1973) have reported that in normal prooestrous rats the elevation of LH levels after coitus lasts about 60 min. In our experiments, treatment of oestrogen-primed ovariectomized rats with PCPA rendered 56% of them receptive to the males, though their lordosis quotient was a little lower than in rats primed with oestrogen and progesterone. Zemlan et al. (1973) reported that PCPA does not restore full oestrous behaviour, in that soliciting activity of the female is absent. Our results provide further evidence that PCPA-induced oestrous behaviour is incomplete, since no postcoital rise in plasma LH levels was detected in the rats displaying lordosis.
Our experiments with amphetamine confirm the oestrous-suppressing activity of this drug reported by Meyerson (1968) . It diminished the incidence of oestrus to 58 % in ovariectomized rats primed with oestrogen and progesterone and greatly reduced the lordosis quotient of the rats exhibiting lordotic behaviour. Furthermore, the normal post-coital rise in LH levels was not evident in these rats. Moss & Cooper (1973) and Deis (1973) have reported that among intact prooestrous rats, some exhibiting low lordosis quotients also had no post-coital rise in plasma LH levels. These observations and our present results suggests, there¬ fore, that the post-coital rise in LH occurs with normal oestrous behaviour and that certain treatments which impair oestrous behaviour will abolish this rise ofLH.
The present results also show that, in rats treated with amphetamine, LH levels are slightly but significantly elevated. The reason for this elevation is so far unexplained.
